Progress: All symptoms and signs, including the livedo reticularis, disappeared postoperatively, except for a thyroid mass which was removed in April because it could conceivably have been at medullary carcinoma (there is a well-described association with phwochromocytoma). This, however, did not prove to be so in ourpatient. Comment Phxochromocytomas are notoriously difficult to diagnose in that they may present in a multitude of ways. This case is of particular interest in that pheochromocytomas have not previously been reported as presenting with livedo reticularis. These skin changes may have been due to hypertensive effects alone or to a direct toxic effect of excess catecholamines. In this respect the skin may be similar to myocardium; acute changes in the myocardium have been shown experimentally to be produced by both hypertension and excess catecholamines.
It is often stated that many pheochromocytomas lurk in hypertension and diabetic clinics; perhaps this case may indicate that they lurk also in dermatology clinics.
Dr J G G Leiugham: I wonder why this particular form of hypertension has caused livedo reticularis when, in my experience, malignant hypertension with fibrinoid arteriolar necrosis never does so. What is the critical factor resulting in a dermatological presentation?
Dr P W M Copeman: The livedo reticularis pattern reflects the normal anatomical arrangement of the blood vessels in the skin and the distribution, rate of flow, and fluidity of blood within them. The pink centres of the network are zones (or cones) of arteriolar supply and the bluish peripheries represent the normal pattern of drainage of the slower flowing and relatively more deoxygenated venous blood, the cutis marmorata of the healthy. When livedo reticularis is a sign of disease, a prime cause is increased blood viscosity.
Numerous factors, often interrelated, influence blood viscosity. The venous plexuses, horizontally arranged and close under the surface of the skin, are susceptible to cooling by the atmosphere.
Hvmodynamic back pressure also slows the flow in dependent parts. Furthermore, whole blood has the peculiar properties in health (and in the absence of demonstrable cold precipitable proteins) that its viscosity is markedly increased when (1) it is chilled and (2) it flows more slowly.
Perhaps this patient, on this background of normal physiology, had developed an enhanced stickiness of the platelets due to the elevated circulating catecholamines, one of a number of factors that affect platelet function. The increased tendency to platelet aggregation is known to encourage the formation of red cell aggregates; in its turn this also will increase the viscosity of the blood, slow its flow, and so accentuate the physical signs, thereby making the normal venous network more livid.
Perhaps, therefore, this patient presented not with a skin disease but with the cutaneous signs of a blood disorder.
Dr Ledingham: I agree that a change in platelet behaviour may be critical in reducing blood flow and a reduced blood volume would also contribute.
Dr H R Vickers: This patient presented with marked fixed livedo reticularis on the dorsal aspect of the feet and lower legs and the eventual diagnosis of pheochromocytoma is another to be added to the list of possibilities with this presentation.
Relapsing Polychondritis R E Church MD FRCP
(Hallamshire Hospital, Sheffield, S10 2JF) Man aged 53. Colliery deputy History: March 1970: Developed arthritis in right ankle, then in right hip and shoulder. A month later both eyes became inflamed. He was referred to an ophthalmologist, and bilateral episcleritis was diagnosed. Shortly after this both ears became inflamed and swollen. The inflammation gradually subsided leaving the pinnm thickened, soft and distorted.
Past history andfamily history: Nothing relevant.
On examination: Eyes: the sclera of the lefq eye was severely injected. Ears: both pinnm were thickened, soft and drawn forward, having a collapsed appearance in the upper half (Fig 1) . Investigations: Biopsy from pinna: the epidermis and its appendages appeared normal. Beneath this there was a nonspecific inflammatory reaction involving the perichondrium and the cartilage itself. The cells invading the cartilage consisted mainly of plasma cells and eosinophils with some macrophages and fibroblasts. The cartilage itself was unusually eosinophilic and was PAS positive with loss of the colloidal iron reaction in most areas. These changes were those of a reduction in acid mucopolysaccharide and were consistent with a diagnosis of relapsing polychondritis.
The only other abnormal finding was the ESR (Westergren): 88 mm in one hour. The following were all normal: blood count, latex test, examination for LE cells, antistreptolysin titre, Wassermann reaction, Kahn test, Reiter protein CFT, immunoglobulins IgG, IgA, IgM, antinuclear factor, urinary hydroxyproline output, X-rays of hands, lumbar spine and chest. Treatment: Since November 1970, prednisolone 5 mg b.d., with relief of the joint pains.
Commenit
Ihis case is characteristic of relapsing polychondritis. Dolan et al. (1966) have reviewed 49 previously recorded cases, and found the following among the commoner signs: ear cartilage inflammation in 88% of cases; nasal cartilage inflammation in 82%; fever in 81 %; arthropathy in 78%; laryngotracheal involvement in 70%; episcleritis and/or conjunctivitis in 60%; costochondral cartilage involvement in 47%; iritis in 27%.
It is useful to note that in the acute stage inflammation of the pinna spares the lobes, thus differentiating it from cellulitis. The most dramatic complications are collapse of the tracheal ring cartilages and tracheal stenosis from which death has been recorded. Thomas (1956) found that intravenous injection of crude papain into rabbits caused collapse of the cartilage in their ears in four hours. In three to four days the ears became erect again. Administration of cortisone did not prevent the original collapse but did prevent the ears from returning to normal. This collapse was shown (Tsaltas 1958) to be caused by loss of chondroitin sulphate from the cartilaginous matrix, which was restored on withdrawal of papain. Verity et al. (1963) showed that the loss of acidophilic staining in the cartilage of patients with relapsing polychondritis represented a loss of matrix acid mucopolysaccharides and similar histological and histochemical changes are demonstrated in the present patient. Dolan et al. (1966) attempted to demonstrate an immune mechanism by immunofluorescent studies but their results were inconclusive and the etiology remains unknown. 
